A1 1B5,' A1B8' and A3B359 were also observed in different countries.
The association with A3B7 was observed in five probands of our series. The A3 antigen showed linkage with other B, not B7, antigens in four probands. In five probands with A3B7 phenotype pedigree analysis showed that only four of five genotypes accorded with the proband's genotypes.
Our results agree with data reported from other countries; A3 is significantly more common on idiopathic haemochromatosis chromosomes regardless of the presence or absence of B7 or B14, and A3 (and to a lesser degree All) is the independent idiopathic haemochromatosis allele marker. 3 The number of heterozygotes, identified through pedigree studies, agrees with the expected prevalence according to published findings,'0 the number of homozygotes, however, was small. The probability of finding HLA identical (homozygote) family members through pedigree studies is influenced by different factors: the recessive mode of inheritance, the gene prevalence in the population, and number of siblings in the family, etc.
The HLA identical, but disease free sibling, was a 40 year old women with regular menses. !;q12) marker in malignancy, we have recently ob-,hemotherapy (cyclophos-served two other cases in which rearrangecin, vincristine and pred-ments involving 12p12 have been the sole artial response the tumour abnormality. In the first, a patient with and a second biopsy was AMML, we found an identical t(12;13)(pl2; Lime some of the tumour q12) translocation, and in the second, a child cytoplasmic granularity, with AML, we reported a similar t(12;13) myeloid differentiation; (pl2;ql4) abnormality. The translocations in rase (CAE) and anti-all three cases seem to be unbalanced with supported the diagnosis of partial deletion of the short arm of chromoma. Review and further some 12 (12pl2-pter). The histology and t biopsy specimen showed cytochemistry of these cases suggest no comd the initial diagnosis was mon features except that in each case the Iy haematological abnor-disease is of myeloid origin. Abnormalities the peripheral blood at involving 12p12 have frequently been reit the time of the second ported, usually in myelodysplastic syndromes gmentation of the nucleus and acute non-lymphocytic leukaemia, and the neutrophils (pseudo-most commonly in secondary disorders when aly). The peripheral blood additional chromosome changes are also iormal and there were no present. Reports suggest that partial deletion features. Bone 
